attack will be sufficient for my purpose, but I must remind you that in a mild form the affection is of frequent occurrence.
Two years ago a female infant was sent to me from one of the suburbs as possibly a case of congenital hypertrophy of the pylorus. She was a second child and weighed 6 lb. at birth, but was said to have been a month premature. The child's weights at the end of the succeeding five weeks were 6, 6i, 64, 7 and 61 lb. respectively. For the first ten days of life she was nursed by the mother. After this the diet had consisted of peptogenic milk, until the last few days before I saw her. Progress was satisfactory for four weeks. Vomiting then began, preceded by pallor, and recurred after almost every feed. The bowels acted with the assistance of magnesia, and there had been no special history of constipation. The attack was said to have been started by vaccination. At the age of 39 days, when I saw the child, she seemed quite bright, with a clean tongue and inoffensive breath. She vomited immediately after a feed of albulactin, the vomit containing a little mucus and having a slightly sour smell. On examination of the abdomen there was no visible peristalsis, no evidence of dilatation of the stomach, and no palpable pylorus. A diet of whey 2 dr. every quarter of an hour while awake was prescribed, the quantities to be increased to ' oz. every half hour, 1 oz. every hour, and 2 oz. every two hours. On reaching the full feed of 2 oz. cream were to be added gradually. Cocaine, TOu gr. hourly, was ordered.
Shortly afterwards the child's doctor informed me that progress was not satisfactory, so I advised that the diet should be changed to Allenbury No. 1 food and that the stomach should be washed out twice a day.
Three weeks after the first consultation she was brought to see me again. She had improved for a time on the Allenbury food. It then seemed to disagree, so the diet had been changed to milk diluted with four parts of water, and a small quantity of albulactin, 1 oz. being given every two hours. The vomiting still continued, unless the stomach was washed out twice daily. The stools contained a moderate amount of fhecal matter.
The child seemed more wasted, the skin of the abdomen being lax and shrivelled. She still weighed 6 lb., but had lost 5 oz., previously gained, in the last six days. Marked began to improve slowly, the secretion of mucus becoming progressively less. Ten days after admission to the home she weighed 5 lb. 13 oz. In the next ten days she gained 6 oz., and 2-oz. in another four days. During this period her food had been gradually increased, and she was discharged on a diet of cream, whey and lactose. Ten weeks later she weighed 9' lb., and was digesting feeds of milk 3 oz., barley-water 2 oz. She occasionally vomited and brought up a little mucus.
The two striking features of this case were the enormous amount of mucus secreted and the resemblance of the condition in some respects to congenital hypertrophic stenosis of the pylorus. Thus the vomiting began in the fourth week of life, and had become progressively worse. In the sixth week peristalsis was visible, though it may have been present earlier. At this tinme the pylorus was palpable on one occasion, but there was obviously no complete obstruction. I thought there might be a mild degree of hypertrophy, and that the obstruction was due to secondary spasm, congested mucous membrane, or a plug of mucus. It was not until the child was in the nursing home that the excessive secretion of mucus was recognized. The vomiting was not projectile to the extent seen in typical pyloric hypertrophy, nor were several feeds retained before it occurred.
The wtiology of this disorder is to my mind fairly simple. These cases are comparatively rare in the breast-fed. For some reason, such as a chill or unsuitable diet, a catarrh of the gastric mucosa is set up and may become very severe. Occasionally it is due to too high a percentage of fat in the diet, and possibly it may be started by preservatives present in some creams. I feel assured that in certain instances it is due to an infective agent, notably those cases in which there is a coincident ileo-colitis or colitis. It is reasonable to suppose that malnutrition from any cause is a predisposing factor and that the disease may be a sequel of an acute gastritis. I have never seen a really severe case in a breast-fed infant. As I have already stated, the affection is most marked in the first three months of life, and is rarely severe in older infants unless they are small, premature, or marasmic. Probably the older and stronger infants, though secreting much mucus, do not vomit so readily, and pass it onward through the pylorus.
Any cause which leads to stasis of gastric contents is apt to induce the condition. Hence it may develop in the course of congenital hypertrophic stenosis of the pylorus. (1) Atrophic dyspepsia; ending in marasmus.
(2) Acid dyspepsia: (a) with pyloric spasm; (b) uncomplicated. In simple marasmus Miller and Willcox found that there is no retention of food in the stomach and no mucin. The secretion of acid is diminished, and ferment activity is low. The tongue is furred, and there is a tendency to diarrhoea and vomiting. I must add that there is sometimes associated gastric catarrh and secretion of mucus.
In acid dyspepsia, or pyloric spasm, there is retention of stomach contents, no mucin, an increased acidity, and normal or decreased ferment activity (Miller and Willcox). Pyloric spasm, in my opinion, can occur independently of acid dyspepsia. It is certainly true that acid dyspepsia can occur without pyloric spasm, and the addition of spasm gives rise to confusing symptoms. Thus, the vomiting may be as explosive as in pyloric hypertrophy. It is apt to occur after each feed, and it is unusual for several feeds to be retaiined. Hence, dilatation of the stomach is slight or absent, and peristalsis is ill-marked and infrequent. Constipation is neither extreme nor persistent, and the child does not waste rapidly. The tongue tends to be clean. A pyloric tumour, if palpable, varies in size under examrrination.
I have mentioned these details rather fully as I think the affection is sometimes confused with mucous gastritis. J. Lovett Morse' describes 'Lancet, 1907 , ii, p. 1670 . 2Amer. Journ. Dis. Child., 1911 as pyloric spasm the case of a child, aged 6 weeks, which from the description is what I regard as mucous gastritis. There was much mucus in the gastric contents on lavage and much mucus in the stools. In the discussion on congenital pyloric stenosis, opened by me at Toronto in 1906, I mentioned the possibility that the pylorus " might become blocked by a plug of inspissated mucus, or by swollen mucous membrane, in gastric catarrh." And in the same year Hall recorded such a case, death resulting from gastro-enterostomy at 7 months of age. The child had persistent vomiting since birth and only weighed as much as when born. A plug of mucus, due to chronic gastritis, blocked the pylorus, and the intestines were empty. In the case I have detailed there is little doubt that the pyloric obstruction, grving rise to the temporary gastric peristalsis, was due to a similar plug of mucus or to congested gastric mucosa.
It is, however, in the group of cases described as hypertrophy of the pylorus that the greatest danger of error in diagnosis arises. This is obvious on consideration of the results obtained by Miller and Willcox on the examination of the gastric contents of these cases. I do not criticize their results, but I cannot agree with the conclusions they draw. They found that there is retention of food in the stomach, an excess of mucin, a marked increase in ferment activity, and that the acidity is variable and tends to be below normal. The tongue is generally very furred. And they further state that the acidity varies with the amount of gastritis present, and that the gastric abnormalities are modified by regular lavage. It seems clear that these writers are including under the symptomatology of hypertrophic stenosis of the pylorus those due to the gastritis which may, but is not necessarily, present as a complication. This is the condition I describe as mucous gastritis. It is not present in early stages, and may be absent throughout. Only recently, in a child operated on in the sixth week of life, lavage of the stomach showed that the gastric contents were extremely acid, and that there was no excess of mucus. At operation the typical condition of hypertrophic stenosis of the pylorus was present.
In addition the tongue may be clean throughout, or, at any rate, until secondary gastric catarrh ensues. The gastritis is a complication or a sequel, and the results of gastric examination must be ascribed to the gastritis and not regarded as indicative of pyloric hypertrophy. In mucous gastritis all these signs, except marked xretention of stomach contents, mDay be present and without co-existent pyloric hypertrophy.
Whether you call this affection mucous gastritis, catarrhal gastritis, or subacute gastric catarrh, it must be recognized as an affection that is not infrequent in babies at the age when pyloric hypertrophy is common.
Mucous gastritis can be cured by purely medical treatment. The prognosis is good even in severe cases if the patient is treated carefully and patiently. No definite improvement can be expected in less than a week or two, and any attempt to increase the quantity or quality of the diet at all quickly is likely to lead to relapse. If, however, these cases are diagnosed as hypertrophy of the pylorus, the result will be an unduly favourable view of the prognosis in pyloric hypertrophy under medical treatment.
In the treatment of mucous gastritis I have not found lavage of very great value, except as a temporary expedient for a few days at a time. Sometimes it appears injurious. Nevertheless I recommend it as a measure worthy of trial in all cases in which there is much mucus secreted, using an alkaline lotion for the purpose either once or twice a day. In some cases the frequent administration of small doses of limewater, bicarbonate of soda or citrate of soda is more beneficial,
The diet must be simple and easily digestible. Cow's milk is curdled very readily, increasing the vomiting and distress. I have obtained the best results from sweet whey powder, 1 dr. in 2 oz. of water providing a mixture analytically identical with freshly made whey. It is simpler to prepare than whey, and differs from it in some biological or chemical characters, for it does not so constantly produce the green stools passed by infants fed on whey. Horlick's malted milk and Allenbury No. 1 food have proved also useful. All these foods are lacking in the antiscorbutic properties of fresh milk. In mild cases diluted peptonized milk can be tried. Asses' milk sometimes agrees. As soon as the worst symptoms have subsided and the secretion of mucus has diminished, small quantities of cream are gradually added to the diet. The diet of cream and whey is gradually replaced by peptonized milk, and then by milk and water or barley-water, or by milk and water with a small amount of Benger's food. Milk-sugar is preferable to cane-sugar. The latter is apt to increase the catarrh. Maltine is beneficial if the child likes it and is much constipated. Citrated milk can be tried when recovery is well advanced. Alcohol is contra-indicated, except in emergencies. Bismuth, especially the liquor bismuthi, is occasionally beneficial, but is more often disappointing. I attach far more importance to diet than to drugs, except in so far that alkalies help to dissolve the mucus and enable it to pass more easily through the pylorus. gastric contents tested, and they were reported as being simply acid, which of course would have been the case anyhow. The total acidity did not appear to have been estimated. The condition of mucous gastritis, if it were admitted as a type of case, would mean that into the diagnosis of hypertrophic pyloric stenosis by gastric analysis an additional difficulty had been imported, for in their own cases they found that in no other type of case was mucin present except in hypertrophic pyloric stenosis, always remembering that they were dealing with chronic, and not acute cases. In the latter, mucin was often present, but in the chronic cases which they recorded they regarded the presence of mucin as a dangerous symptom and as strongly suggestive of hypertrophic pyloric stenosis. Negative results in this matter were of no value, and no stress should be laid upon them. He looked forward to studying the paper more carefully when it was available in print, but at present it appeared to him that Dr. Cautley's class of disease termed mucous gastritis " could be explained by substituting for his mild type of case acute and subacute gastritis, and for his severe cases hypertrophic pyloric stenosis.
